guished from repetitive ventricular tachycardia, because it should be treated by pacing or catecholamine infusion rather than by conventional antiarrhythmic drugs, which may actually aggravate it. Sinoatrial dysfunction is frequently caused by ischimic heart disease (Bouvrain et al. 1967) and the use of beta-blocking or calcium antagonist drugs may be hazardous unless a prophylactic demand pacemaker is inserted to prevent asystolic arrest or torsades de pointes. It also enabled adequate doses of propranolol to be given; when this reduced the sinus rate, the pacemaker took over and indeed appears to function most of the time. including two attacks of melhna during the previous four years, diarrhoea for one year, and loss of weight. Diagnosis confirmed by evidence of hypersecretion of gastric juice: 12-hour overnight secretion 5.03 litres, including 634 mEq HCI. Histamine had no effect on acid production. Barium meal and follow-through were characteristic, with gross excess of resting gastric juice, coarse gastric and duodenal mucosal folds, and clumping in jejunum. Hyperthyroidism present, weight 84 kg. 7.8.67: excision of single encapsulated himorrhagic tumour (3 x 2 x 1.5 cm) containing gastrin, from head of pancreas (Mr P King).
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Histology showed a haemorrhagic islet cell tumour containing solid masses of non-insulin-secreting, non-argentaffin cells in a firm fibrous stroma. Mild melena a few days after operation was followed by uninterrupted recovery, with cessation of diarrhoea and only occasional epigastric pain since then. Serum antibodies (Professor D Doniach, Professor B W Lacey, Watford Pathology Laboratory): organ-specific antibodies, 9.8.74: thyroglobulin positive, thyroid microsomes strongly positive, thyroglobulin tanned cells (TRC) positive 1:250, adrenal (human antigen) positive 1:320; gastric parietal, parathyroid, lacrimal, salivary glandnegative. 17.8.74: Fujizaki test for thyroid microsomal antibody 402 (moderately low titre); TRC positive 1:40, adrenal positive; ovary, testis, pancreas islet cellnegative. Non-organ-specific antibodies: antinuclear, mitochondrial, smooth muscle, reticulin, rheumatoid factornegative. Serum from patient's mother and two sisters: negative for organ-specific and nonspecific antibodies. Treatment: Adrenocortical and thyroid replacement therapy with rapid, marked improvement. Plasma electrolytes including calcium and phosphate, and thyroid function tests returned to normal limits.
Discussion
The eponymous association of idiopathic Addison's disease with myxcedema has been well documented since Schmidt (1926) described two patients with non-tuberculous Addison's disease and lymphocytic thyroiditis. Although lymphocytic thyroiditis can be found in approximately 80 % of patients with Addison's disease, overt clinical hypothyroidism is present in 5-10% of patients. Associated anterior pituitary lesions are rare and insignificant in extent when present. Circulating antibodies reactive with adrenal cortex have been demonstrated in a high proportion of these patients, who also show a significantly increased incidence of circulating antibodies against thyroglobulin, thyroid microsomes, ovarian, gastric parietal and parathyroid cells (Nerup 1974) . Recently, pancreatic islet cell fluorescent antibody has also been demonstrated in such patients (Botazzo et al. 1974) . Our patient showed no evidence of associated overt or subclinical disease other than myxcedema, and no autoantibody other than to adrenal and thyroid tissue was demonstrated. No circulating adrenal or other organ-specificantibody was demonstrated in her mother or two sisters.
The Bell's palsy which immediately preceded her illness suggested sarcoidosis as a possible etiological factor. Karlish & MacGregor (1970) described a 47-year-old woman in whom combined thyroid and adrenal failure occurred in association with diffuse sarcoidosis. Thyroid biopsy had shown Hashimoto's thyroiditis and there were associated weakly positive thyroid and strongly positive adrenal and gastric parietal cell antibodies. Our patient showed no evidence of sarcoidosis and the positive Mantoux test makes the diagnosis unlikely.
We treated our patient with adrenocortical and thyroid replacement in the usual order and dosage. It has been suggested that myxcedema, when occurring in conjunction with idiopathic Addison's disease, may be corrected in some cases by corticosteroid replacement alone (Gharib et al. 1972) .
